tract infection, which had been treated with amoxycillin, and she still complained of cough and wheeze. She had previously been healthy but had an asymptomatic atrial septal defect. On examination apart from the rash there was a fever of 39°C and severe conjunctivitis. Rhonchi and crepitations were heard in both lung fields and a chest radiograph showed At necropsy about 100 ml of straw coloured fluid was present in both pleural cavities. The left lung was hyper- lymph nodes were slightly enlarged. There was a fibrinous pericarditis. The heart was of normal configuration but the foramen ovale was patent at its superior end.
Microscopically there was an obliterative bronchitis affecting many of the subsegmental airways of both lungs. Affected bronchi were scarred and flattened or narrowed to 1-5 mm in diameter. Cartilage plates were drawn inwards, the lamina propria was thickened and folded, and lumina were often partially or completely occluded by cellular fibrous tissue (fig 1) . An abrupt transition from patency to complete stenosis could be traced in some sections. Glandular tissue was represented only by occasional cystic spaces, which were sometimes large enough to distort the bronchial lumen (fig 2) . In some bronchi the muscle coat was well preserved but in others it was absent. The surviving lining epithelium consisted of columnar ciliated cells; there was no goblet cell hyperplasia. The pulmonary vasculature was normal, although pulmonary arteries accompanying stenosed bronchi appeared disproportionately large. Bronchial arteries, on the other hand, were dilated and enlarged (fig 1) .
A few subsegmental bronchi were dilated rather than narrowed and in these cartilage, gland, and muscle were completely replaced by fibrous tissue. 
